Previous studies of enzymes involved in histidine degradation by Pseudomonas aeruginosa indicated that enzymes I, II, IV of the pathway are induced in the presence of histidine or urocanate (2) . Urocanate did not satisfy the histidine requirement of a histidine auxotroph; it served as an inducer without conversion to histidine. Enzymes I and IV were formed constitutively in a urocanase (enzyme II)-deficient strain, presumably as a consequence of the presence of urocanate accumulated through the action of basal levels of histidine ammonia-lyase on the internal pool of histidine. The results were similar to those found earlier for induction of histidine-degrading enzymes in Aerobacter aerogenes (4). However, studies of the histidine-degrading enzymes in Bacillus subtilis revealed that histidine ra'ther than urocanate is the physiological inducer in this organism (1 that the enzymes were formed in the presence of urocanate but not in the presence of histidine, indicating that urocanate but not histidine is the inducer. In strain CN15, urocanase was considerably less sensitive to catabolite repression promoted by the presence of citrate than it was in the wild type. If this is a consequence of the loss of histidine ammouia-lyase activity, the results would suggest a direct role of this enzyme in pathway repression.
To rule out the possibility that a defective uptake system might be a primary cause of the inability of strain CN15 to utilize histidine, the capacity of strain CNl5 to take up histidine from the medium was compared with that of the wild type. Strains CN15 and 7700 were grown in citrate medium supplemented with histidine, and then transferred to similar medium containing '4C-L-histidine. The incorporation of histidine into cold trichloroacetic acid -soluble and -insoluble fractions of the bacteria was found to be the same with both strains (Fig. 1A and 1B) . The Incorporation of '4C-L-histidine into Pseudomonas aeruginosa strain CN15 and ATCC 7700. At zero time, cells were added to citrate medium containing 5 X 104 M L-histidine with approximately J03 counts/min of L-histidine per ,ug and incubated at 24 C. Results not shown indicated that the increase in rate of uptake with increasing concentration of histidine followed Michaelis-Menten kinetics, with a Km of about 2 X 104 M for Lhistidine. Samples (0.5 to 1.0 ml) containing 15 to 30 jAg ofprotein/ml were removed at the indicated times, and the bacteria were collected by filtration. Cells retained on the filters were washed with warm medium without substrate (the cellular pool ofhistidine was expelled during washes with cold medium) or cold 5% trichloroacetic acid.
The filters were dried, and radioactivity was determined in a scintillation counter. The history of the cells prior to the start of the experiment was as follows. Comparison of the rates of "4C-histidine incorporation into bacteria grown with citrate and with histidine as carbon source indicated that the capacity of strain 7700 to take up histidine is not regulated coordinately with the enzymes of the histidine-degrading pathway. The results (Fig. IC) show that growth of the bacteria with histidine increased the rate of uptake; however, the 2-to 3-fold difference in rate of histidine J. BACTERIOL. uptake between the histidine-and citrate-grown bacteria was small compared to the 10-to 50-fold difference in levels of histidine-degrading enzymes reported earlier.
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